Non-epileptic attack disorders in children and adolescents: a single case study  by Baker, Gus A. et al.
Seizure 1995: 4:307-309 
CASE REPORT 
Non-epileptic attack disorders in children and 
adolescents: a single case study 
GUS A. BAKER*, PASCALE MOORE* & RICHARD E. APPLETON1 
* University Department of Neurosciences, Walton Centre for Neurology and Neurosurgery, Liverpool, and 
f The Roald Dahl EEG Unit, Royal Liverpool Children's Hospital (Alder Hey), Liverpool, UK 
Correspondence to: Dr Gus A. Baker, PhD, Lecturer in Clinical Neuropsychology and Health Psychology, University 
Department of Neurosciences, Walton Centre for Neurology and Neurosurgery, Rice Lane, Liverpool L9 1AE, UK 
Previous research into non-epileptic attack disorder (NEAD) has focused on the individual. We report a teenager 
with non-epileptic seizures which highlights the importance of the family in the development and maintenance of 
such attacks. The authors propose that in children and adolescents the focus of therapeutic intervention should be 
the individual within the context of the family. 
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INTRODUCTION 
An epileptic seizure is the clinical manifestation 
of a sudden abnormal change in cerebral function 
accompanied by excessive lectrical discharges of 
neurons ~. Similar episodes which may superfi- 
cially resemble epileptic attacks but which are 
neither caused not accompanied by abnormal 
paroxysmal discharges (the electrical hallmark of 
genuine epilepsy) have been labelled 'non- 
epileptic attack disorder' (NEAD) -~. Such attacks 
constitute a well-recognized clinical problem with 
a reported incidence among individuals with a 
diagnosis of 'intractable epilepsy' as high as 36% 3 . 
It is important to identify those patients with 
NEAD as early as possible, because a failure to 
recognize the disorder may lead to certain risks 
for the patient including polypharmacy and 
anticonvulsant toxicity 4, hazardous intervention s, 
social and economic demands -~ and lack of 
recognition or neglect of any underlying distress ~. 
The criteria for establishing a clinical diagnosis 
of NEAD has been well documented 7 and the 
difficulties in differentiating between adults with 
epilepsy and/or pseudoseizures (NEAD) exten- 
sively reviewed. The problem becomes more 
difficult when assessing children particularly those 
with a combination of both seizures and/or 
non-epileptic attacks. It is only recently that 
clinicians have begun to recognize the importance 
of assessing psychological factors in adults and 
children with such attacks 7. However, this area 
has been approached primarily with a view to 
simplifying the process of differential diagnosis 
and little emphasis has been placed on the 
effective treatment ofpeople with NEAD and the 
possible aetiology of these attacks. 
In a recent study of the family characteristics, 
Moore et a l  8 found that people with NEAD 
perceived their families as displaying less com- 
mitment and support and less emphasis on ethical 
issues and values than control subjects or people 
with epilepsy. We feel that the role of the family 
is crucial in understanding NEAD in both 
children and adults and the purpose of this case 
report is to emphasise this issue. 
CASE STUDY 
A 15-year-old girl presented with daily non- 
organic absence attacks. She was referred by her 
General Practitioner in March 1991, at the age of 
11, to the paediatric department at her local 
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hospital for investigation of headaches and brief 
periods of confusion. In December 1991 she was 
found to have a low grade tumour of the left 
temporal obe. In January 1992 a left temporal 
Iobectomy was performed which removed over 
90% of the tumour: histology confirmed an 
ogliodendroglioma. Subsequent and serial mag- 
netic resonance scanning of the brain undertaken 
over a two-year period showed no change and 
specifically no evidence of increase in growth of 
the residual turnout. 
She initially made a good recovery with a 
marked reduction in absence seizures but ap- 
proximately 15 months later developed panic 
attacks precipitated by hyperventilation, these 
occurred many times a day and persisted espite 
treatment with anticonvulsants, including infu- 
sions of diazepam, phenytoin and paraldehyde. 
She was only able to return to school for two 
hours each afternoon during which time she did 
not have an episode of hyperventilation. She 
eventually gained control over these attacks to 
the extent of limiting their occurrence to precise 
times of the day. By mid 1994 the hyperventila- 
tion attacks had ceased but were replaced by 
non-organic intermittent absences of a few 
seconds" duration. 
During this period she had been admitted to 
hospital following a description of brief general- 
ized tonic-clonic seizures and a cluster of brief 
absences. Assessment of her carbamazepine 
levels were inconsistent with the young girl's 
report of her routine medication practice. She 
was admitted on a second occasion but routine 
and 24 hour ambulatory electroencaphalography 
investigations were normal and a diagnosis of 
non-organic absence seizures was made. At the 
time of the referral she was seeing a number of 
specialists including a paediatrian, a paediatric 
neurologist (R.E.A,), a psychiatrist based at a 
child guidance clinic, a hospital social worker, a 
home tutor and a community nurse. 
In February 1995 she was referred by R.E.A. to 
a clinical neuropsychologist (G.A.B.) with a 
special expertise in non-epileptic attack disorder 
for assessment and treatment. At this point it was 
agreed that contact with other professionals apart 
from the paediatric neurologist be suspended 
until the assessment (six sessions) was completed 
and recommendations for her future management 
had been made. 
A formulation of her non-epileptic absence 
attacks proposed that the family dynamics were 
significant in contributing to reinforcing the 
attacks. The onset of the attacks coincided with 
the opening of discussions about her returning to 
school or attending a local college. There were 
also a number of issues that had not been 
discussed within the family including: the recent 
loss of the girl's grandfather, the parents" concern 
about their daughter's health and her future 
prognosis. Her non-expressive behaviour was 
reinforced and perhaps modelled on her mother's 
own reluctance in expressing painful emotions. 
Frequent open and clear communication between 
members of the family was encouraged and 
reinforced uring the course of the assessment. It 
was decided after a number of family and 
individual sessions to recommend the family for 
further intensive family therapy. At the final 
session the girl and her parents announced that 
the attacks had ceased. It was clear that the 
child's parents had reinforced her ability to 
control her attacks and the family was confident 
about their daughters future control over her 
attacks. At the time of writing the young girl has 
remained seizure-free for many months and the 
family are awaiting family therapy. 
DISCUSSION 
This case study illustrates the importance of 
investigating the role of the family and their 
interactions in the development and maintenance 
of non-epileptic attack disorder. All behaviour 
serves a function and in the case of children or 
adolescents that function is normally in the 
context of the family. Therefore the importance 
of family therapy should not be overlooked, 
particularly in the case of children or adolescents 
presenting with non-epileptic attacks. We believe 
that it is important to recognize the beneficial role 
of a multidisciplinary team in the assessment and 
treatment of non-epileptic attacks. In our case 
there was clearly a lack of coordination between 
the services being provided and a variable 
amount of expertise which could have created a 
number of problems in the management of this 
girl and her family. Unfortunately, the services 
for people with non-epileptic attacks remain 
limited despite the fact that this condition can be 
as disabling, if not more, than epilepsy itself. 
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